Introduction
Hidradenitis suppurativa (HS) is a skin disease of recurrent episodes of inflammatory nodules, abscesses, and scarring of the intertriginous regions, e.g., the axillae and groin [1] . Its etiology is not known, but high levels of both proinflammatory cytokines, such as interleukin (IL)-17, and anti-inflammatory cytokines, such as IL-10, have been measured in both lesional and perilesional skin [2] . A dysregulated immune response to one or more unknown antigens has been suggested in HS [2] . One hypothetical element of this dysregulation may be the functionality of these cytokines.
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Neutralizing c-aAbs may be hypothesized to play a role in HS, and could explain the high levels of anti-inflammatory IL-10 found in HS lesions [2] . A clear presence of c-aAbs in HS patients' serum could open an entirely new avenue of research in the field of HS.
In this study we explore if patients suffering from HS have higher serum levels of c-aAb than age-and sexmatched healthy controls.
Method
For further details, see the supplementary material (see www. karger.com/doi/10.1159/000475925 for all online suppl. material) ( Fig. 1 ) [8] .
Results
The patient characteristics are shown in Table 1 . The serum c-aAb MFI levels, as well at the p values for differences, are shown in Table 2 . No difference in levels of caAbs was found for any of the cytokines examined.
Discussion
We did not observe any differences in c-aAb levels of the cytokines investigated between the sera of HS patients and those of age-and sex-matched controls. In addition to the low statistical power of the exploratory study, the results may also be influenced by the high body mass index of the patients [9] ; however, the analysis (Pearson correlation) revealed no correlation between body mass index and any of the c-aAbs except IL-17F ( r = 0.731, p < 0.001). Interestingly, a significant correlation (Bonferronicorrected Pearson correlation) between the levels of IL-17-specific c-aAb variants was also found. The correlation between anti-IL-17A and anti-IL-17E was 0.874 ( p < 0.000); it was 0.677 between anti-IL-17A and anti-IL-17F ( p = 0.0154) and 0.7843 between anti-IL-17E and anti-IL-17F ( p = 0.005). The correlations between the other caAbs were nonsignificant. This supports the notion of shared epitopes and, hence, an overlap in the production or detection of IL-17A-, IL-17E-, and IL-17F-specific caAbs.
Due to the low power of this explorative study, it cannot be ruled out that c-aAbs may play a role in the pathogenesis or maintenance of HS, but our observations suggest they do so to a low degree at best. The highly elevated levels of the anti-inflammatory cytokine IL-10 should therefore most likely be seen as an inadequate physiological response to the inflammatory drive seen in HS [10, 11] .
Key Message
Endogenously produced autoantibodies only play a minor role, if any, in hidradenitis suppurativa.
